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A CASE OF DISSOCIATED SENSORY DISTURBANCES 

By R. H. Cunningham, M.D. 

The patient was a woman, 54 years old, whose father died of old age. 
Her mother, after two paralytic strokes, was demented for ten years and 
died at the age of 74. This patient enjoyed good health up to the age of 
ten or twelve years, when she had an attack of typhoid fever. During the 
second or third week of this attack a paralysis of the right forearm and 
hand developed, and for several weeks following the attack the wasting of 
the affected muscles became very prominent. After several months, some 
of the paralyzed muscles began to improve, and continued to do so during 
the following two or three years. From that time until about one and a 
half or two years ago, the condition of the arm remained unchanged. For 
the past year or so the patient thought she could not use the hand quite 
as well as formerly and that it had become weaker, although its appearance 

had not perceptibly changed. 
On examination there was found atrophic paralysis and paresis of the 

muscles of the right forearm and hand, with glossy skin and vasomotor 
dilatation in the skin of the hand. Both knee jerks were lively, the right 
much more so than the left. The right palpebral fissure was narrowed, 
and the eyeball retracted. The right pupil was smaller than the left and 
did not dilate as actively or widely as the left. Taetile sensibility was 
diminished along the inner side of the arm, forearm, palmar surface of the 
hand, and over the scapula below the spine. The pain sense was very 
much diminished along the inner side of the arm, forearm and hand. The 
temperature sense was practically lost over the scapula and the inner 
posterior and inner aspect of the arm, forearm and hand, excepting over 
the thumb, the index finger and the outer half of the middle finger. 

This combination of atrophic paralysis and dissociated sensation evi¬ 
dently indicated that the patient had a unilateral lesion affecting the gray 
matter more or less profoundly in the lower part of the seventh cervical, 
the eighth cervical, the first dorsal, and the upper part of the second dorsal 
segments of the cord. If we carefully considered the history of this 
patient, it was very probable that during her attack of typhoid fever she 
developed a limited area of central myelitis, or a thrombosis of the 
terminal branches of several of the anterior spinal arteries, with subse¬ 
quent destruction of the gray matter of one side of the cord. For about 
forty years this uncommon lesion had been dormant, although it was 
evident from what the patient said that certain non-progressive sensory 
disturbances had been continually present. During the past two years, 
however, she thought the whole arm was becoming weaker; hence, the 
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question arose, had a syringomyelia formed at the site of the old scar of 
the early acute lesion. 

Dr. M. G. Schlapp said he had seen one case in which the cord lesion 
following typhoid fever proved to be a complete transverse myelomalacia 
involving two segments. The autopsy showed a thrombosis of the bipod 
vessels, with resulting softening of the two segments of the cord. 

Dr. Nathan E. Brill said that myelitis was a rare complication of 
typhoid; in fact the typhoid bacillus but rarely produced inflammatory or 
degenerative changes in the central nervous system. Rarely had a general 
or local poliomyelitis been recorded, though a few cases of either form 
were reported in literature. The common form of infection in typhoid 
was of the meninges, and in those cases the typhoid bacillus had been 
found in the cerebrospinal fluid. Even this was relatively rare. Neuritis 
of a peripheral nerve or nerve plexus and polyneuritis were also rela¬ 
tively uncommon. 

In the case shown by Dr. Cunningham it was possible that there may 
have been a neuritis of some of the branches of the brachial plexus, and 
some years later some other involvement of the nervous system: a syringo¬ 
myelia, if such be present in this case, may have been superimposed. 

STUDIES ON THE PATHOLOGY OF POLIOMYELITIS ANTE¬ 
RIOR ACUTA BASED ON THE AUTOPSY FINDINGS 

IN FIVE CASES 

By I. Strauss, M.D. 

The author stated that from the picture of poliomyelitis acuta which 
he had presented, it was clear that the following conclusions might be 
drawn: 

I. That there were both interstitial and parenchymatous lesions, but 
that the interstitial were of fundamental importance, and the latter 
secondary. 

.2. That the ganglion cells were affected only when in contact with the 
interstitial process. 

3. That the interstitial process was dependent upon the vessels for its 
character and its localization. 

4. That the lesion, while generally most marked in the anterior horns, 
was not confined to that portion of the gray matter, and hence the Word 
“ anterior ” should not be used to designate the condition. 

5. That the white matter of the cord was the seat of inflammatory 
changes of minor importance. 

6. That the pial infiltration was an essential element in the disease, 
and might be the origin of the infective agent. 

7. That the involvement of the medulla, pons and basal ganglia always 
occurred in the fatal cases, though clinical experience in the last epidemic 
had shown that such involvement did not mean a fatal issue necessarily. 

8. That in striking contrast to the cord, the ganglion cells in the 
medulla, pons and basal ganglia, even when near infiltrated zones, escaped 
serious alteration. 

9. That the brain cortex may show evidences of vascular irritation and 
sometimes infiltration. 

10. That the edema which is present plays an important role in 
explaining the transitory nature of the symptoms in the non-fatal cases. 

II. That the predominating role ascribed to the central artery by 
previous observers was unjustifiable. 


